, and Storti and Brotti (1938) , both cited by Engelbreth-Holm (1942) . These workers also claimed that the virus could be demonstrated continuously in the marrow from shortly after injection to the time of death, although it could not be demonstrated so -regaularl y in tissues other than marrow.
Rothe Meyer and Engelbreth-Holm (1933) Carr (1953) . For the first hour or so after injection of whole leukaemic blood, apparently viable cells can be detected in the blood stream. These then degenerate and the protoplasmic filaments subsequently demonstrable may be derived from them. These filaments in turn are no longer detectable by about the fifth hour. This destruction of the homologous leukaemia cells explains why infection is not transferred simply by the injection of living malignant ceRs, independent of whether the virus is inactive or not. In other words, the presence of infective virus at the time of injection is essential for the propagation of this and probably other strains of leukaemia.
It has been frequently observed that spontaneous (" field ") cases of erythroleukaemia are not transmissible, even following the injection of massive doses of whole blood. The writer has found that chickens 'moculated with such material are not resistant to the virus-associated leukaemia under discussion, that is, they develop no immunity as the result of previous innoculation with the spontaneous strain (unpublished data). Since a solid immunity can be easily demonstrated in chickens which have survived an infective dose of virus-associated leukaemia, and since such birds may suddenly die from acute leukaemia many months after challenge, it seems reasonable to conclude that certain birds, possessing more serum antibody than others, are able to resist infection to the extent that the virus is kept in a state of more or less indefinite eclipse, and that some, as yet unknown, factor which reduces the resistance of the bird may result in uncontrolled prohferation of the cells containing pro-virus. The presence of pro-virus might thus confer the property of potential malignancy. That neoplastic change does not depend on the transformation of pro-virus to complete or infective virus seems to be indicated by the impossibility of demonstrat' infective virus in cell-free preparations obtained from either field cases or those which have sudde-nly flared up in resistant laboratory fowls many months after chaflenge.
Although leukaemia virus is formed intracellularly, it makes a rapid appearance in the plasma, possibly because of the high rate of cellular degeneration associated with the fragile undifferentiated cells in the circulation, and it does not seem improbable that the protoplasmic filaments already mentioned are one means of releasing free virus (Campbell 1952; Bather 1954 
